Exposure to inflammation during pregnancy has been linked to adverse neurodevelopmental consequences for the offspring. One common route through which a developing fetus is exposed to inflammation is with intrauterine inflammation. To that end, we utilized an animal model of intrauterine inflammation (IUI; intrauterine lipopolysaccharide (LPS) administration, 50 mg, E15) to assess placental and fetal brain inflammatory responses, white matter integrity, anxiety-related behaviors (elevated zero maze, light dark box, open field), microglial counts, and the CNS cytokine response to an acute injection of LPS in both males and females. These studies revealed that for multiple endpoints (fetal brain cytokine levels, cytokine response to adult LPS challenge) male IUI offspring were uniquely affected by intrauterine inflammation, while for other endpoints (behavior, microglial number) both sexes were similarly affected. These data advance our understanding of sex-specific effects of early life exposure to inflammation in a translationally-relevant model.
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Introduction
Maternal bacterial or viral infections during pregnancy increase the risk for development of certain mental health disorders including schizophrenia (Buka and et al., 2001; Brown and et al., 2004) , autism (Fatemi and et al., 2005) , and intellectual disabilities (Rantakallio and von Wendt, 1985) . The most widely used models of prenatal infection and inflammation involves systemic (intraperitoneal (IP) or subcutaneous (SC)) administration of bacterial (lipopolysaccharide, LPS) or viral (poly I:C) mimetics to a pregnant dam (Arsenault and et al., 2014) . These animal models of systemic prenatal inflammation have been shown to induce behavioral and neurochemical endophenotypes reminiscent of schizophrenia, mood/anxiety disorders, and autism. Specifically, dopaminergic dysfunction (Baharnoori et al., 2013; Aguilar-Valles and et al., 2012) , deficits in prepulse inhibition, exaggerated locomotor response to amphetamine (Aguilar-Valles and et al., 2012) , decreased ''cognitive flexibility" (Bitanihirwe and et al., 2010) , social behavior deficits (Machado and et al., 2015) , hyperactivity and difficulty with sustained attention (Vuillermot and et al., 2012) and anxiety (Arsenault and et al., 2014; Penteado and et al., 2014) have all been documented in offspring exposed to inflammation during pregnancy. The present work was designed to examine the long term consequences of offspring exposure to local inflammation during pregnancy.
Clinically, a fetus is exposed to localized intrauterine inflammation in a spontaneous preterm birth or with the diagnosis of chorioamnionitis at term (inflammation of the fetal membranes). Chorioamnionitis is diagnosed with clinical criteria (maternal fever, tachycardia) or histological endpoints (presence of infiltrating leukocytes in placental tissues and fetal membranes) and occurs in approximately 10-15% of term births (Mueller-Heubach et al., 1990) . However, in spontaneous preterm births, most women do not mount a fever or leukocytosis that would be indicative of chorioamnionitis. Yet, most women who have a spontaneous preterm birth will have evidence of local inflammation. This inflammation is noted by histological examination of the placenta, termed histological chorioamnionitis. In fact, in babies born at less than 28 weeks, approximately 85% will have histological chorioamnionitis, suggesting that intrauterine inflammation is present (Yoon and et al., 2000) . Other studies have demonstrated
